developmental, ocular or other problems. All were normal on examination.
The youngest boy, aged 7, presented in 1984 with a two month history of episodes of loss of vision or 'seeing coloured spots' lasting 5-10 min and followed by several hours drowsiness. Attacks occurred up to twice daily but were abolished by sodium valproate.
His sister aged 6, presented in 1986 with two generalized convulsions during one night. She admitted to similar visual experiences to her brother, namely 'seeing brightly coloured spots'. Her attacks have been difficult to control with monotherapy and she now receives sodium valproate and carbamezepine. Latterly the attacks comprise visual loss for some 30 seconds.
The initial EEGs ( Figure 1 ) of both children showed striking abnormalities. There were almost continuous occipital irregular spike wave complex discharges reaching up to several hundred microvolts, but abolished by eye opening. Serial EEGs of the boy normalized over 24 months ( Figure 1 )
In 1987 the EEG of the eldest brother, then aged 11, showed possible occipital slow wave abnormalities. At that time, the EEG of the middle brother, then aged 9, showed ....,.
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prominent sharp wave discharges in the centro-temporal region characteristic of benign rolandic epilepsy ( Figure 2 ). Neither of the brothers had experienced visual or other symptoms. The mother remembers some 10 attacks of visual disturbance between the ages of 10 and 20 years. She had a normal EEG in 1987. The father had some major convulsions aged 31, but a normal EEG and has had no fits for 8 years.
Discussion
It is now fairly well established that benign occipital epilepsy is another of the group ofbenign focal epilepsiesofchildhood-". Related syndromes include benign rolandic epilepsy and benign epileptic aphasia.
The seizures in these conditions are infrequent and easily controlled; prognosis is exceptionally good.Focal neurological signs, ocular abnormalities and mental retardation are, by definition, absent. EEG abnormalities are disproportionately dramatic, compared with the subtle clinical manifestations, and may persist for some years after cessation of attacks.
Paroxysmal occipital EEG abnormalities are not necessarily diagnostic of occipital epilepsy, also occurring with ocular problems such as strabismus, congenital cataract, retrolental Fatty change is a common metabolic response of the liver to a variety of inciting agents and diseases states1.2. We show in this paper a fatty liver case with malignant appearance.
Journal of the Royal Society of Medicine Volume 83 December 1990 805 fibroplasia and cerebral palsy. The exact mechanism is unclear but may be deafferentation hypersensitivity acting on, or related to, an anatomical substrate. This family illustrates that (i) severe EEG abnormalities in benign focal childhood epilepsies belie the mild clinical disorder; (ii) visual phenomena can be the sole manifestation in benign occipital epilepsy; (iii) different types of benign epilepsy can coexist in the same family; (iv) there may be a Mendelian dominant type of inheritance. Case report A 31-year-old man suffered a fracture of the right femur in 1985. A thrombophlebitis in both legs with venous iliofemoral thrombosis postoperatively was followed by pulmonary embolism. An inferior cava clip (Type Adam de Wisse) was applied and he was treated with anticoagulant. He was readmitted in 1987, suffering from anorexia. He has been drinking two litres of beer a day and smoking 15 cigarettes a day. On examination he was jaundiced. There was a mild abdominal distension, with a very hard hepatomegaly extending 8 cm below the costal margin. Splenomegaly was absent but there was collateral abdominathoracic circulation, a large amount of ascites and maleolar oedema.
Alpha-fete-protein was normal. HBsAg and HBeAg were negative and HBsAb and HBcAb were positive. Abdominal ultrasound revealed diffuse and hyperechogenichepatomegaly with fatty infiltration characteristics without any evidence of space occupying lesions. The portal vein was 13 mm (upper limit of normality) and he had normal hepatic and suprahepatic veins. A CT scan of the abdomen (Figure 1 ) showed large and not too well delimitated images on both hepatic lobes, with low absorption rates, which could belong to a malignant neoplasm. Multicentric hepatocareinoma was not confirmed by enhanced CT.
Laparoscopy showed hepatomegaly mainly of the right lobe, which had a hard infiltration zone, very different to the rest of the liver, whilst the second area was soft. The infiltrated surface had an irregular and polychromatic aspect, yellowish and greenish. The diagnostic impression was hepatic neoplasm, suggesting malignancy. A biopsy showed several regenerative nodules of acinar size or smaller ones with fatty changes. Abundant collagen had been laid down in peri venular areas linking to portal tracts by fibrous bridges. There were proliferated bile ducts. Hepatocytes were swollen and contained giant mitochondriae and Mallory bodies. The diagnostic impression was alcoholiccirrhosis with fatty changes. Two weeks after the CT scan examination, the patient gradually improved. The hepatomegaly had not totally disappeared but was reduced to 2 cm below the costal margin rib, and was no longer hard. A second abdominal CT scan taken 10 weeks later revealed a hypodense zone on hepatic left lobe which disappeared with enhanced CT.
Cases in medical literature report features of malignancy in a CT scan which turn out to be focal steatosisr". The condition is rare with cirrhosis.
We considered a diagnosis of Budd-Chiari syndrome, because of the vena cava surgery, but rejected it as the hepatic veins were normal on ultrasound study. We did not order a venocavagram-".
We believe this patient suffered from focal steatosis with a pseudomalignant aspect inside his cirrhotic liver. One 0141-0768190 120805·021$02.00/0 ©1990 The Royal Society of Medicine
